sults implicate an important role for TROY in mediating
. These raises the question of why neurons lacking p75 expresresults suggest that the response to myelin inhibitors sion also fail to regenerate after axonal injury. One posin neurons lacking p75 expression may be mediated by sibility is that these neurons are inhibited in an NgRother potential p75 functional homologs that can also independent manner. Alternatively, other functional be blocked by the truncated p75 in a dominant-negaequivalents of p75 may allow these neurons to remain tive manner. responsive to myelin inhibitors. To distinguish these
In previous studies, although we found that DRG neurons from p75 knockout mice were able to overpossibilities, we employed DRG neurons from adult rats. Figure S1C ). Even within the IB4− population of DRG (see Figure S1A in the supplemental material available with this article online). This neurite outgrowth inhibineurons from p75 −/− mice, average neurite lengths on myelin substrates were still less than those on PDL tion is mediated by NgR receptor complexes, as over- ., 2002a, 2002b) . Briefly, 4-week-old mouse or rat DRGs were dissected, dissociated, and plated onto immobilized sub-1122.
